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Q subunit of the N 
lsoforms and their 
slides were ewaluated by light microscopy after 4-8 days’ exposure 
and staining with H 8 E. 
Resurts: Signal was observed diffusely in p&nuclear areas of 
cardiac ventricular myocytes probed for the al isoform of Na,K- 
ATPase. When sections were probed for a3, however, the AV node, 
bundle of His, and proximai main bundle branches had markedly 
greater signal than adjacent working ventricular muscle fibers. The a2 
isoform appeared to localize to AV vatves and papillary muscles. 
Competition experiments with excess unlabeled oligonucleotide 
confirmed that signal was specific for each isoform. Thus, mRNA for 
each of the a isoforms of the Na.K-ATPase can be focalized to 
Individual cells of cardiac tissue by in-situ hybridization; this may yield 
clues as to their function in the heart. 
1) The orimarw amino acid seauence of human cardiac troponin I 
has been determined. This shows a high degree of conservation 
with other troponin I sequences and dis lays the expected N- 
terminal extension with potential sites for p R osphorylation. 
2) Cardiac troponin I is encoded by a single copy gene located 
on human chromosome 19. 
3 show that messenger RNA for Cardiac troponin I is 
nt in 20 week fetal heart. This contrasts to rodents where 
&e onset of cardiac troponin I accumulation occurs close to the 
time of birth. Cur data su gest an early switch in troponin isoform 
expression in the human w eart. 
